Gastric secretory and motor inhibition induced by certain methyl analogues of prostaglandin E2 in healthy male volunteers and in patients with duodenal ulcer disease.
The present investigation shows that the 15(S)-15-methyl and 16,16-dimethyl analogues of PGE2 given orally are potent inhibitors of gastric acid secretion. The inhibition of acid output is mainly due to a reduction in volume output. The effect on acid secretion was shown to be less pronounced in a group of duodenal ulcer patients than among healthy volunteers. Only the 15-methyl analogue gave any significant secretory inhibition following intestinal administration. The results from the experiments in dogs indicate that a local action on the oxyntic glands could be the main reason for secretory inhibition following oral administration. The results from the studies on motor activity show that the prostaglandins inhibit both antral and duodenal pressure activity. However, with our experimental design, only with doses exceeding those required for secretory inhibition.